In 1974 Hopkins and Shield described 10 children who had a poliomyelitis-like illness 4 to 7 days after an acute asthma attack.1-2 The illness was characterised by the rapid evolution over a period of several days of a severe and extensive lower motor neurone paralysis, affecting only one limb in most cases, although in 2 patients patchy weakness of wider distribution was described. The cerebrospinal fluid showed a lymphocyte or neutrophil pleocytosis in all cases but one. The cerebrospinal fluid protein was raised in half the patients, and some degree of neck or spine stiffness was present in half of them. All patients had been previously fully immunised against poliomyelitis with Sabin vaccine in infancy. Extensive virological studies were performed on Hopkins's patients. Serial blood poliovirus antibody estimations showed no rise in titre in the 7 cases tested. Adenovirus type 3 was isolated from the stool of one patient, and echo virus type 18 from the stool of another. The stools of 9 patients were investigated for virus. Polio virus was not detected in any patient. Electrophysiological studies were performed on 2 patients and were noncontributory.
In only one patient was there significant generalised Department of Neurology, Adelaide Children's Hospital J I MANSON, director Department of Paediatrics, University of Adelaide Y H THONG, senior lecturer hypoxia. Although a wide range of drugs had been given to the patients during the asthma attacks, no single drug was common to all 10 patients. Corticosteroids had been given to only 5 of them. A feature of the syndrome was the severe degree of permanent residual weakness in the affected muscles.
Danta described a case of a similar syndrome in an 8-year-old girl.3 Five days after an acute asthma attack the girl developed almost complete paralysis of the left upper limb muscles and recovery was incomplete.
Ilett et al. 4 reported 2 further cases of the same syndrome, with severe permanent lower motor neurone weakness occurring in the left arm of each patient, developing 18 and 7 days respectively after an acute asthma attack. It was observed that the left arm in each case was the site of intravenous therapy, and they compared this with clinical paralytic poliomyelitis, which has been known selectively to affect limbs which have been the site of injections. Another case with involvement of the right arm has recently been reported from the USA.5
The possibility that immunodeficiency may play a role in the aetiology of this syndrome is suggested by several independent observations. Asthmatics At follow-up in December 1978 he had a severe residual weakness of the left lower limb with wasting of the gluteals and thigh muscles (Fig. 2) Cases 1 and 2 were tested on two separate occasions. 
Discussion
The aetiology of this devastating and mysterious syndrome described by Hopkins is unknown. In our cases, the condition most closely resembles poliomyelitis, with the presence of acute lower motor neurone weakness of an anterior horn cell type of distribution, without any sensory loss, in association with inflammatory changes in the CSF, and severe permanent residual wasting and disability. No electrophysiological evidence of a peripheral neuropathy was obtained in our patients. In Case 2 there were clinical features-such as, limb pains, tender peripheral nerves, and limitation of straight leg raising-to suggest the possibility of inflammation of nerve roots, plexuses, and peripheral nerves. However, the permanent severe residual weakness, with fasciculation, suggests an associated anterior horn cell pathology. Consistent evidence of intercurrent viral infection has not been obtained, despite extensive search. All recorded cases of Hopkins's syndrome had previously been fully immunised against poliomyelitis. It was the observation of the reported association between the occurrence of paralytic poliomyelitis after polio immunisation in immunodeficient subjects which led us to investigate the immunological status of these patients. The patients were studied 3 to 5 years after their illnesses at a time when they were clinically well and not receiving systemic medications such as corticosteroids. The immunological abnormalities in our patients do not fall into the classical categories of immunodeficiency. The finding of low T-cell numbers indicates some impairment of cell-mediated immunity, such as occurs in the DiGeorge syndrome,22 which has been seen in association with paralytic poliomyelitis by one of us (J I M). However, the T-cell abnormalities in our patients were 
